antibodies to native DNA.
Idiopathic Right Atrial Enlargement with Pericardial ~ffusion*

Abdul J. Taiik, M.D., James C. Broadbent, M.D., and Thomas T. Schattenberg, M.D., F.C.C.P.
An asymptomatic patient with idiopathic right atrial enlargement is described in whom the interesting feature was associated pericardial effusion; this association has not been reported previously. Both of these conditions had been present for 16 years and both remained nonprogressive.
I
diopathic enlargement of the right atrium is a rare and perhaps a controversial clinical entity. Since the original description of Pastor and Forte1 in 1961, 15 cases have been reported in the English Originally, the condition was regarded as benign, but more recently, there have been reports of symptomatic patients who had massive enlargement of the right atrium associated with atrial dysrhythmias.2~4 There is one reported incidence of sudden death,6 and some patients have undergone exploratory thoramtomy unnecessarily.'*2,5 The condition of idiopathic enlargement of the right atrium probably occurs more frequently and is less benign than early communications implied. Accordingly, this report describes a patient with enlargement of the right atrium in whom the feature of special interest is chronic pericardial effusion. This association has not been described previously.
A 26-year-old man was referred to the Mayo Clinic because of an abnormal cardiac silhouette on a routine chest roentgenogram. The patient was asymptomatic and had no history of rheumatic fever, pericarditis, hypertension, or heart murmur. A routine roentgenogram of the chest taken when the patient was ten years old was suggestive of cardiac enlargement and prominence of the right heart border ( Fig 1   A ) . Subsequent roentgenograms, taken every two years ( ages 20,22,24, and 26 years ), confirmed this ( Fig 1 B ) .
Physical examination revealed a healthy-appearing muscular man whose pulse rate was 72 per minute and whose blood pressure was 110/78 mm Hg. The jugular venous pressure and pulse were normal. No abnormal cardiac pulsations were noted. The first and second heart sounds were normal, and there was no murmur, knock, or gallop. Findings on an electrocardiogram were normal. A roentgenogram of the chest revealed prominence of the right heart border and an area of decreased density surrounding the apex of the heart (Fig 1 C, arrow) . The hemoglobin level, leukocyte count, sedimentation rate, fasting h e blood sugar level, lipid values, and urine were normal.
Catheterization of the right side of the heart revealed normal pressures and normal oxygen saturations ( Table 1 ) . Exploration with an intracardiac electrode catheter revealed no abnormality. Double-sampling dye curves confirmed the absence of an intracardiac shunt. Angiocardiography with selective injection of the right atrium revealed moderate enlargement of the chamber in the presence of pericardial effusion ( Fig 2 ) . The position of the tricuspid valve was normal, and the other cardiac chambers appeared normal. Additional laboratory studies revealed no abnormalities: serum thyroxine, antinuclear antibody, LE clot test, total serum proteins, electrophoresis, and tuberculin skin tests. Of special interest in this case is the association of enlargement of the right atrium with chronic pericardial effusion. This association has not been described previously. In some reported cases, however, a pericardial friction rub has been noted. 496 The association of enlargement of the right atrium with pericardial effusion strongly suggested the possibility of an atrial septa1 defect,s but in our case, no evidence of shunting at the atrial level could be demonstrated. Moreover, dye-dilution techniques and oxygen saturation data revealed that the pulmonary veins were normally connected.
Although the association of pericardial eftision with enlargement of the right atrium is unexplained, it may not be coincidental. The chest roentgenogram taken when the patient was ten years old has a striking similarity to the roentgenograms taken at two-year intervals and to the current film taken when the patient was 26 years old; all suggest strongly that both conditions have been chronic. Because none of the previously reported cases had idiopathic enlargement of the right atrium associated with pericardial effusion, the effusion in our patient probably was not the result of atrial enlargement. In our patient, therefore, the possibility must be consid-
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ered that the atrial enlargement was secondary to the there is no evidence that chronic pericardial effusion pericardial effusion, and also that each condition is the either increases or decreases the size of the right atrium. result of a n unidentified disease process involving the Our patient had no evidence of a disease process that atrial myocardium, epicardium, and pericardium. Again, might involve the atrial wall or the p e r i~a r d i u m .~ W e 
SPONTANEOUS CLOSURE OF VSD
believe, therefore, that our patient had idiopathic enlargement of the right atrium associated with a simple benign pericardial effusion. Idiopathic enlargement of the right atrium probably is congenital and nonprogressive and may represent a form of Uhl's anomalyG (absence of myocardium). The youngest patient known 'to have idiopathic right atrial enlargement was 6% years of age and the oldest was 45 years (Table 2 ) .
It is important to recognize this condition inasmuch as exploratory thoracotomy has been undertaken needlessly because of a mistaken clinical diagnosis of mediastinal t u~n o r . '~~~~ A few patients with massive right atrial enlargement and atrial dysrhythmias have undergone resection of a portion of the atrial wall, and these have been improved. Finally, the benign nature of the condition must be recognized so that the asymptomatic patient with moderate enlargement of the right atrium may be reassured. Although Sumner and associates3 have suggested that this condition can be diagnosed from a simple chest roentgenogram, we believe that cardiac catheterization and right atrial angiography are of value in confirming the diagnosis and in excluding other conditions.
When study of the atrial myocardium of patients with idiopathic enlargement of the right atrium has been possible (Table 2 ) , the myocardium was found to be abnormal. However, a uniform histologic appearance has not been described; the findings have included hypertrophy1*? and lipomatous degenerati~n,~ and in a single case, autopsy has revealed a thin translucent a t r i~m .~ The electrocardiographic findings may be related to the histologic changes inasmuch as patients reported to have atrial hypertrophy have electrocardiograms that reveal prominent P waves with or without atrial premature beats or palpitations. Atrial fibrillation and conduction abnormalities were noted in the patient with lipomatous degeneration of the atrial wa1L4 Finally, in the patient who died suddenly, low voltage and atrial flutter were noted, and autopsy revealed a thin, presumably atrophic, atrial myocardium. These variable findings and associations suggest that the pathologic process may not be uniform in idiopathic enlargement of the right atrium. Of course, our patient may yet have a disease process that is responsible for both the enlargement of the atrium and the pericardial effusion.
Spontaneous closure of large ventricular scptal defects is uncommon, and only four such closures have been described following pulmonary artery banding. Two additional cases are reported. Despite frequent closure of ventricular septal defects in general, closure of large defects that cause intractable heart failure in infancy is uncommon, and its anticipation should not alter their management.
S pontaneous closure occurs in 25 percent to 45 percent of ventricular septal defects present in early infancy.' Relative decrease in defect size is more common as the rapid growth rate of the heart in infancy exceeds that of the d e f e~t .~ Complete closure of largo defects is apparently quite rare, however, as only four cases have been reported following pulmonary artery banding.s-6 This report describes two cases of ventricular septal defects that required pulmonary artery banding in infancy and subsequently closed spontaneously.
A three-week-old girl was admitted to the University of Oregon Medical School Hospital on May 11, 1965, with tachycardia, tachypnea, bilateral pulmonary rales and hepatomegaly. Electrocardiogram showed right ventricular hypertrophy and chest x-ray film showed marked cardiomegaly with pulmonary vccular engorgement. Cardiac catheterization revealed a large ventricular septal defect by angiocardiography and by entering the aorta from the right 'From the University of Oregon Medical School Hospital, Portland.
' 'Assistant Professor, Cardiopulmonar Surgery. 
